Abstract
Introduction

39
Inflammation plays a major role in disorders of the urinary tract due to its constant exposure to 
Inflammasomes
48
The innate immune system responds to patterns found in components of pathogens 
53
PRRs are classified into five families (Table 1) . Some members of the NLR and HIN-54 200 families respond to DAMPs or PAMPs by forming supramolecular structures known as 55 inflammasomes, often with adaptor molecules such as apoptosis-associated speck-like protein 56 (ASC). These structures activate the cysteine protease caspase-1 which cleaves pro-interleukin-57 1β (pro-IL-1β) to IL-1β and pro-IL-18 to IL-18. The mature cytokines are pro-inflammatory and 58 trigger classical components of the inflammatory response. The inflammasome is named after 59 the PRR that organizes it and the best studied of these is the NACHT, LRR and PYD domains-60 the n-terminal fragment of this protein is directly responsible for bringing about the lytic cell 83 death process called pyroptosis (32, 50, 96) . Pyroptosis results in the release of the mature Il-1β to pyroptosis through the canonical pathway for Shi et al (95) found that resistance to pyroptosis 92 in bone marrow-derived macrophages from gasdermin D null mice faded with prolonged 93 inflammasome stimulation by canonical activators.
94
The NLRP3 inflammasome complex can also be formed and activated by a non-canonical 95 pathway involving caspase-11 in rodents (caspase-4 and 5 in humans) (27, 44, 57, 86, 107) . 
Canonical and Non-canonical Activation Pathways versus Canonical and Non-canonical Effects
Uric Acid as a DAMP
140
Hyperuricemia is an independent risk factor for nephropathy and uric acid is a well-141 known DAMP (125). Initially implicated in gout (25), uric acid activates NLRP3 in the kidney.
142
Reducing serum uric acid prevents NLRP3 activation in streptozotocin-induced diabetic rats and 143 helps preserve renal function (111). Kim, et. al The mechanism by which NLRP3 is activated in BOO remains unclear but is likely to be independent and α -hemolysin-independent pathways were activated as well.
379
BPH and Prostatitis
431
Rat urothelia also express NLRP6 (36), which has no known ligand but is critical in 
